proteome of V. cholerae in a non-adhering mutant strain CD11 (Jacob et al., 1993) ; however, no data have been presented by Sharma et al. (2011) to demonstrate that VC1929 is the protein missing in this strain. In their recent report, they identify a frameshift in VC1929 which would account for the loss of a functional VC1929 protein in this strain, yet in their original publication (Jacob et al., 1993) , the full-length 33 kDa protein band can be seen clearly in CD11 extracts when the protease inhibitor PMSF is added to their sample, suggesting that in this strain, VC1929 is less stable than in the wild-type, rather than it being truncated by a frameshift. Together, these data actually suggest that VC1929 is not the 33 kDa protein identified in their original study and if we apply Occam's razor, it is most likely to be a simple C 4 -dicarboxylate binding protein from a TRAP transporter. In conclusion, all our work points to the VPI-2-encoded genes as being those involved in sialic acid transport and utilization and our experience with the functional characterization of diverse TRAP transporters (Thomas et al., 2006; Mulligan et al., 2011) Severi, E., Randle, G., Kivlin, P., Whitfield, K., Young, R., Moxon, R., Kelly, D., Hood, D. &
Thomas, G. H. (2005). Sialic acid transport in
Haemophilus influenzae is essential for lipopolysaccharide sialylation and serum resistance and is dependent on a novel tripartite ATP-independent periplasmic transporter. Mol Microbiol 58, 1173-1185.
Severi, E., Hood, D. W. & Thomas, G. H. (2007).
Sialic acid utilization by bacterial pathogens. Authors' response: on sialic acid transport and utilization by Vibrio cholerae At the outset we agree and concur with data generated by Boyd and colleagues that a cluster of genes situated on vibrio pathogenicity island 2 (VPI-2) may be involved in transport and catabolism of sialic acid in Vibrio cholerae. We have not contradicted but acknowledged their contribution in our recent publication (Sharma et al., 2011) . While we were analysing the nature of the defect in the poorly adhesive and non-colonizing mutant CD11 by using SDS-PAGE, we consistently observed the lack of a protein in the mutant compared with the parent strain. The protein was subjected to amino acid sequence determination, which indicated that it was VC1929 (DctP) and the annotated function was transport of C 4 -dicarboxylates. We examined the growth of parent and mutant strains with C 4 -dicarboxylates and found no difference (Sharma et al., 2011) . Further bioinformatics analysis suggested homology to the sialic acidbinding protein SiaP of Aggregatibacter aphrophilus and led us to examine growth with sialic acid as the sole carbon source. We are not interested in sialic acid transport and catabolism, but in light of the above Comment, it would be interesting to do the following: (1) construct a DctP knockout and observe growth with glucose, C 4 -dicarboxylates and sialic acid; (2) check the binding of DctP to sialic acid, since recombinant DctP can be produced in bulk; (3) screen a TnphoA insertion library and analyse periplasmic/secretory mutants for transport and catabolism of sialic acid.
The growth experiment was carried out in M9 minimal medium (Miller, 1972) , as mentioned in Methods, and measured by using a Bioscreen growth analyser. The bacterial culture was loaded into this autoanalyser and programmed; the machine delivers the data at the end. There is no possibility of human error during the incubation period. With due respect to bacteriologists, the subtle variation around 0.08 cannot be viewed in Fig. 5 of our manuscript unless the raw data are looked at.
